A 45-year-old Bangladeshi man presented with skin rash and bilateral leg oedema with generalized lymphadenopathy including inguinal and both axillary regions. The largest Fig.2 ]. Complete blood count (CBC) revealed Haemoglobin-13 gm/dL, WBC-4500/cmm (N-66%, L-19%), platelet count-260000/cmm, ESR-60mm in the 1 st hour, with raised C-reactive protein (CRP) 12.8 mg/l. Peripheral blood film showed dimorphic anaemia with anisocytosis. Fasting blood sugar was 4.3 mmol/L and urine R/M/E revealed trace proteinuria but serum creatinine was 1.4 mg/dl. USG of whole abdomen revealed-multiple enlarged para-aortic and peripancreatic lymph nodes, mild hepatomegaly with fatty change (grade-I). Liver function tests (LFT) were normal. Serum albumin was 33 gm/L, lactate dehydrogenase (LDH)-266 U/L (normal up to 400), serum calcium-9 mg/dl and Mantoux test was negative (2mm). HRCT revealed nodular attenuated areas with septal thickening involving different segment of both lung. There was also presence of subcarinal lymph node and bilateral hilar lymphadenopathy. Lymph 
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Discussion
Sarcoidosis is a multi-system disease of unknown etiology that has a wide variety of clinical manifestations and frequently, an unpredictable course. It involves mainly the lungs, mediastinal and peripheral lymph nodes, skin, liver, spleen, eyes and parotid glands. Less frequently, but usually severe, manifestations also occur in the central nervous system, heart, upper respiratory tract and bones. Because lesions can exhibit much different morphology, cutaneous sarcoidosis is known as one of the great limitators in dermatology [1] [2] [3] . Cutaneous involvement in sarcoidosis may occur at any stage of the disease but most often present at the onset and the patients are often seen initially by a dermatologist. 2, 3 According to Mañá J et al, 70% patients of sarcoidosis with cutaneous manifestation had other systemic manifestations at the time of presentation but almost one-third present with only skin lesions, without any other sign of sarcoidosis. They had also noticed that skin eruptions were accompanied by chest radiographic changes corresponding to stage I disease in 50% of the cases. In addition, some patients with systemic sarcoidosis may develop their skin manifestations later in the disease course. 4 Veien et al reported no relationship between the extent of cutaneous manifestations and the extent of systemic disease in their study population consisting of 200 Caucasians patients diagnosed with cutaneous sarcoidosis. They found many of the infiltrative lesions appeared to be of a chronic nature and were commonly associated with pulmonary changes, such as mottling and fibrosis. 5 In patients with skin lesions, other than Veien, Olive and Kataria found splenomegaly, hepatomegaly and lymphadenopathy in approximately one-third of the cases. 6 The prevalence of a particular type of cutaneous lesion varies among races as well as individual cases. The frequency of specific cutaneous involvement in sarcoidosis ranges from 9% to 37%. 5, 7 Although different series report variable incidences of skin involvement during the course of the disease, nearly a quarter of sarcoidosis patients have occurrence of skin lesions. 7 Skin lesions are divided into two groups, specific skin lesions where histological examination shows the typical sarcoid granulomas, and nonspecific skin lesions. Specific lesions are lupus pernio (LP), infiltrated plaques, maculopapular eruptions, subcutaneous nodules and scars, and rare morphologies such as alopecia, ulcers, hypopigmented patches, and ichthyosis. Despite the clinical importance of scar infiltrates in the diagnosis of sarcoidosis, it is often overlooked because the lesions are usually small and asymptomatic. Erythema nodosum is the most frequent nonspecific skin lesion in sarcoidosis. 2, 7 Maculopapular lesions have been reported to be the most common cutaneous manifestation of granulomatous involvement in sarcoidosis. 8 The papules are commonly red-brown to purple, slightly infiltrated and measure less than 10 mm. In contrast to lupus pernio or plaques, they are more often associated with a favourable outcome and can resolve in rather a short time. They may even herald the disease and can be observed almost anywhere, often in groups. However, papules and nodules may also be seen in subacute and occasionally chronic phases of sarcoidosis. In general, skin manifestations are associated with less delay in diagnosis than other manifestations of sarcoidosis. 9 The treatment of cutaneous sarcoidosis is often frustrating, because lesions may be refractory to treatment or may recur following successful treatment. For localized involvement, topical or intralesional steroids are used. Physicians frequently attempt to use superpotent topical steroids because of their occasional effectiveness. However, these steroids often do not adequately penetrate the skin lesion. Intralesional steroids (e.g., triamcinolone acetonide in a dosage of 5 mg/mL) 10 are typically more effective, with injections repeated at two-to three-week intervals. Systemic agents are reserved for widespread, progressive lesions or those that impair function. Systemic glucocorticoids are the most effective agents. 11 They are commonly used at slow, tapering dosages, starting at 20 to 40 mg of oral prednisone daily for four to six weeks. 12 However, there are many drawbacks in this therapy. Aside from the well-known complications of chronic steroid use, not all patients respond to systemic steroids. Those who do respond frequently experience flare-ups of disease when the treatment is completed. Many other medications may be used in refractory cases, including such agents as hydroxychloroquine 13 and methotrexate 14 . Even these drugs can be used as monotherapy in steroid resistant cases or in patient unable to tolerate steroids. Despite universal acceptance these treatments can be failed. In such situations, innovative treatment options can be considered like tumour necrosis factor-alpha inhibitors infliximab and adalimumab. Although early reports are promising, experience is limited. In some reported cases Isotretinoin has been used successfully. Melatonin and allopurinol are not well studied in cutaneous sarcoidosis. Thalidomide has limited, albeit promising, supporting data. Ciclosporin and chlorambucil have been largely abandoned because of their toxicity. Laser therapy became newer promising modality. 15 
